To investigate whether de novo protein synthesis in the parabrachial nucleus (PBN) is required for recovery from taste neophobia, anisomycin (a protein synthesis inhibitor) was infused immediately after consumption of a novel saccharin solution (Experiment 1). Unexpectedly, this PBN treatment caused a reduction in saccharin intake. In addition, we found that the anisomycin-induced suppression of tastant intake was attenuated by prior intra-PBN infusions of lidocaine (Experiment 2). This pattern of results raises concerns about using anisomycin to investigate memory consolidation processes in the PBN. Thus, a different manipulation may be needed to examine the nature of the neuroplastic changes that occur in the PBN during taste memory formation.
Introduction
The reluctance to consume a novel, and therefore potentially dangerous, food is termed taste neophobia (Barnett, 1956; Barnett, 1958; Best & Barker, 1977; Domjan, 1977; Lin, Amodeo, Arthurs, & Reilly, 2012) . If no aversive post-ingestive consequences ensue, this neophobic reaction habituates as indicated by increased consumption until asymptote is achieved. On the other hand, if consumption of the new food is followed by gastrointestinal illness, the food is avoided on subsequent encounters. That is, a conditioned taste aversion (CTA) develops, in which the taste of the food (i.e., conditioned stimulus; CS) is associated with the aversive consequences (i.e., unconditioned stimulus; US; Garcia & Ervin, 1968;  for recent reviews see Reilly & Schachtman, 2009 ). In each case, a memory of the taste (and its post-oral effect) is formed and this knowledge modulates subsequent intake of that food.
According to contemporary views of memory formation, the memory is stabilized over time through consolidation, a process that strengthens the initially labile trace via de novo protein synthesis (Davis & Squire, 1984; McGaugh, 2000; Nader, 2003; but see Gold, 2008) . Taste memory is no exception and, regardless of whether it is safe (i.e., recovery from neophobia) or unsafe (i.e., CTA), requires consolidation in order to be permanently stored in long-term memory. For example, intracerebroventricular infusions of cycloheximide (a protein synthesis inhibitor) administered prior to lithium chloride (LiCl; a nausea-inducing agent) intoxication abolished CTA acquisition (Houpt & Berlin, 1999; Serova, Solov'eva, Lagutina, & Obukhova, 1995) . Similarly, formation of a safe taste memory requires de novo protein synthesis. In this case, intracranial infusion of anisomycin into the nucleus accumbens (Pedroza-Llinás, Ramírez-Lugo, Guzmán-Ramos, Zavala-Vega, & Bermúdez-Rattoni, 2009) or gustatory cortex (Rodriguez-Ortiz, De la Cruz, Gutiérrez, & Bermudez-Rattoni, 2005 ) after exposure to a novel tastant prevented the habituation of taste neophobia. That is, the anisomycin-treated rats showed no recovery from neophobia when they were presented with the same taste again (i.e., the rats behaved as if the taste were novel even though they had prior experience with it). This pattern of results supports the hypothesis that de novo protein synthesis is required for a taste memory to be consolidated and stored in long-term memory.
The parabrachial nucleus (PBN), located in the dorsolateral pons, is thought to have a critical role in CTA acquisition (see Reilly, 1999 , for a review). Rats with PBN lesions fail to show any signs of aversion to a taste after repeated taste-illness pairings (Di Lorenzo, 1988; Flynn, Grill, Schulkin, & Norgren, 1991; Grigson, Reilly, Shimura, & Norgren, 1998; Ivanova & Bures, 1990; Reilly, Grigson, & Norgren, 1993; Spector, Norgren, & Grill, 1992; Yamamoto & Fujimoto, 1991) . Given that gustatory and visceral information converge in the PBN (Herbert, Moga, & Saper, 1990; Norgren & Leonard, 1971; Norgren & Leonard, 1973) , the prevailing interpretation of the CTA acquisition deficit found in rats with PBN lesions involves a disruption of associative learning processes. That is, the PBN is thought to be the critical site for the plastic changes that underlie memory of the taste-illness association. An alternative
